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Research progress of the vitamin family on immunocytes

ZHAO Han-Qing, LI Xin-Yi, WANG Rui-Qi, CHEN Guang-Jie*
(Department of Immunology and Microbiology, Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China)

Abstract: A variety of immune cells, mainly composed of innate and adaptive ones, participate in the process of
immunomodulation to keep physiological homeostasis, which can further protect the organism from illness and
dysfunction. On the other hand, cellular proliferation, differentiation and regulation of immunocytes are under
control of both exogenous and endogenous factors, among which vitamins play a vital role. This review summarizes
the effects of various vitamins on immune regulation, hopefully to provide guidance for future investigation in the
field.
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YA 2K SR ) — 8 Rl DR BB R S B SRR
Y Fot A e R R KRR IR A BT RE A R 1) — SR
B, EENEAK AR KBk 2 EE R
e XA R AR E, S S5 PR 1R
e HEERFIER —RUEWH B, BRI
iR g = X0k, HEEN NIBEEAELE R
MK LA Z PR IRV 4 A R ARG 4 A R AL
A ZE D HEAERE. AR K KIEH4EERE
TWHAAE R Bl 44K B2, 4% Bo. fEER
Bl2. 4E4% C 4%

NETIEA R Z RN gEA R, FENEYH
T BARANA YEAE R TR EAR N, (B2 4EE
RBAA RS SRR R ZAE . AP TRY,
FAOAE L R Z 2 R EORERE . R IR
JAR S 2T M A, 4EA R BB = 0 2 K 1 A AL
(multiple sclerosis, MS). 28X HE 517 % (theumatoid
arthritis, RA) 55 [ & i S A — g 5o, Ft
W 2 A 2% SRR I i 573 AT AR 92 (] A 4 928 24 i T i
PE G M ) AR AN Ak, T — S 2 R R 1 1 R
1 DL 4% G 28 B o

TN THIHE £ 4 AR 2R S0 B D3O B 5 2 TR 2 ) )
TR .

1 BEAMYSE =3 R RAIFMm

1.1 FEERA

et R A, XAEEE, R R4 R .
e m A FE AN, —RYEER AN, TH
FAET SR IE . MBARE B, X e 4E AR 3R
AFERNER; RS bR, HEFAETHE b
LRMB AR SVEI—EARNYEER AT
FEORYE. 4EEE A RedEFr IR E A TIRE, 4ERrE
BEOEHARKKE, 1EEFRIG NPT 1 B ok R .
b A G H)T IR 4 3G s AT A, (H ] DA
HIpR g A M BETER I, 4R A AR
W T A — 2 BIER

TECTEMABIER T, 48451 AR B4
IR, WX T 40/ B M. £ MS
B, AEHRIE RS RANS, S4IE T
TGF-B JLFEMER, 3@ x) 7 KK Foxp3 #Kik
(PR 15 5 CD4™ T 40 M 7] Treg 9534k 2008 4F,
Mora %5 P48 7 4 H R i 08 S R RS 1 Rl
Bk Treg 14346, L4k, 2017 4F, Bivona % P il
TAEFERINE] Th 40fR 1A Th17 WALk, 6%
NE SN, FE il Sy e A, 4EH IR BERS A

Jf i E B, AT CCRO %5 Jl73E T 4 i 3 SAH K70 7,
e 3 CD4" T 20 Ma 17] i 18 AT #8 A B, 4 26 i
TP o
1.2 fF5ED

YA D AT PN LA S RIS, 7R AR AR
WAERR . ARG O ILE RGN B
JUIC IR S5 R T R 21— PE R . 44k
D EARN B EEE R =2 1,25- 74k
A2 -D3(1,25-(0H),-D3), ‘& & —Fh A 2 1 S e v 1y
o 1,25-(OH),-D3 AJ LAFIH] M1 B E W40 g A= 4 1,
FE it CDS™ T ZH 3 5E ', 2017 4F, Buondonno
2 RIETE RA 5 H S em, 445 D A
FEREMIBZ

TE 18 M e R 4018 15 J7 T, 2013 4, Yang
S UV RIE 4k A= 3 D vl AR 2RE S B, B2 v 40
Al 7 TL-10 [ 3R 3k DA 3F Treg 40 M (49 434k, R B
] IL-6 (1330 AR Th17 B K, HuFsR
I 1,25-(OH),-D3 A LLE o 1 4% AH 5% 20 o 1) % 5%
K7, 0 Thl 401 STAT1 A1 STAT4, Th2 41 )
GATA3 Al c-Maf 55 Th1 40 [f] Th2 401k .

VF 2 G M rhAAAE4EAE 3R D 5244 (VD receptor,
VDR), VDR ] U 255 B0 5B X 244K (retinoid
X receptor, RXR), 4 MIA% N 4EAE R D3 Wi BT
4 (VD response element, VDRE) 13815, MIITER
P G 5 SR R T R IE . 1,25-(0H),-D3 i %
i IL-2+ IFN-y. TNF-o 2540 K 7 1R A6 Thl
U fE AR K, BT B TL-4. IL-5. IL-10 [F R4
itk The gup 2B K

e —mE, XM T+FEh4E4tEED 5H
B R MR I 6 R H N 2, LHNARYEAE R D
SRS RFWAPIE . FARIREEE. 1 B0 IR
UTRBEIRAR 25 . W B R, BmtEgm . S
AR IE B PR KGR ST A KR 2 L
WS H SRR R BRI, hRgitER
D BV A B R R S [ B R VR T 1 S s )
JA M YR D B X Treg AT, AT %
fif B G PR HUIR IR IR 5 K E I IR 72
B R EACT 44 R D A B TRIK 2 KL
E RS 5 RV PG BB RNYELER D
AP TR s s E BRI, 4% D
REAS IR fo0e 7- Bt 0TR[] 24 J5R 86 (7-dehydrocholesterol
reductase, DHCR7) 2 [A 1] 2 A5 PRt — 2 52 2 25 X
BT RBFHEPIRE MR S5 'Y, SR
I RIE IR W B e 2R D S G G e MR T S
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1.3 #HZE

e R E & — MR, EREAEER .
P Bia OSSN . BRI A — & IE
o ¥adRig, —8e4e’E %R E WATAEYA BT 5 S
AR ERAE T, R ER/\MEA, Hif
FESPE T R S 2 a- 25 W, 4
AR E BB Z 2 SISO SOV SR L 20 L e B A
(RN A RO 20 e ) A 2R LS, (1S A E P I Jek
JuBe 3mSR UE AR B RN 4EAE F E X NK
g, EVEANAD. kAN AR U

HerE 2 E S BRSO T R F o o B
MR A . 428 R E HEH T R4 gl
JROJEE,  XoF 200 i S s A1 ) R B AL IRAT 5 40 1 (R % 3
EREH ", 2012 4£, Molano 1 Meydani """ i i
YA 2% E n] DLd i I 240 50 S 5 B B B IR Ak K
S ek G P R R O 110 SR ik T s o DA A 1 A D%
f) CD4" T 40 g i Bk I3 . 442 & E [A FE ] DL i
CD4" T 20 g AP R 32 5L 40 o 2 [8) () S s 5, A
ST g e

YEHE 2R E O G ) TR] B 5 i) 22 SILAE U ) 2 7% 4
Jit Rl F- ARG 51 BR 2 E2 (prostaglandin E2, PGE2) 45 %
FEA™ IR 00, F0T T R ES M BRI I B, PR IL-2
ik, B Thl HMEMAE K. ZBEMEEN R
Y E A BT Hofth SOE AL B e A, g
JHIR R BB 7 TNF-a A1 TL-61",

i 2 E M4EA 3R CAE NP A [F HT Bl
Hl PR, FAEVRFEIER . 2018 4F, JH s
RIELEE R C I E RS f3FA B T F AR —
2 — (2- 2.3 U3t ) fig (diethylhexyl phthalate, DEHP)
BRI ENKERE. ZRiEER, 44ERKEE
P P RV F AR B R H B R e R, AR
FE BT gL R C ptEmt, dEmxtpLik
BT EIIhEE AT AT . BT 44K C M E 5%
D5 RO E A, R R AR S T A
BIEAMER I — 20
14 #HHFEK

et | K BVEEE NN BERAG , HEEkK
PR HIE M ED & oy i, R I MW
W, RAMYEAZ KA K1 A K2 FE, A
AR W H SRR T, RRRE T B R
B R R . 4R K iEEr AL 2-F
B 1,4 M, 2 —-MEZNELE, €253 y-
BB EIREYFR I EY G B AR 2 A 1,

P BAEE R K5 B LR R A BT
ER A R K AF N iE w9, et
TEARACRAL B4 7 2 RO RSt VE S5 W R 55 18 M
PR I E B BEIRAS B — 3B R AR BRS M.
WA B B4R K B — 8
TR AR K RENS ] Sk R 20 e 7 2R 4
K7 IL-6, WRENEAE— s RERE b s 2 5 51 kS
g G s R U, R 4 AR R KR LA G T T 1
FLAAGZ 0 AR AR 5 BOHLEAT R RN

2 KBMHEERSREXRER

2.1 #HEB

YE % B AW R KA A —Fi A i —
SERIML A, (HRERINTF AR, 445K B 2
—RKBEERNES . XY R KB 4L
2, EETHUREIRRARET . ke ik ROR S 2
T AR AR oy AE D T A — s HIE .

—UEgE A R B SR A FRAT AN B 48
Yt R B4 B IRIERS, /& DNA F1 RNA [ # £
HGE 4y 5 4E2E R B8 RULEE, HEITHIT R M
T4k i 7 FER R I 9 L P o s S 5 AR R
B11 BI7K# R, FH K E 2 B =] UL AR R K B R A7
A, KRFERERARAE . RE. HREE.

KA, ANRETTE YA R R E AR B
d4EE K B2, AR B3, 4E4E &K BS. 4E4E K B6.
4e4 K B7. 4E4 K B9 4E4 K Bl12. JA KR
XLy RAENLR R T R ER, A YA R B
FIEM SR SR R TCOE, FEHAX T £
i .
2.1.1 44 EBI

YL R BL N4 “PUHARGEER", Fre
YIRS RSB EE. 44K Bl F 2
KIET 'Y, TEAENENER, HAENENTE
M AN EERI L Z (thiamine pyrophosphate, TPP),
Z 5N o AR, BEE IR B I iE sl
2015 4, Spinas 5 'Y §i i, TPP I 15 M4 &
G AR A T PR 1, T B 0 B 2 40 A P 4T
[8) 25 Ff$43F (intercellular cell adhesion molecule, ICAM)
[l ik, 2018 4, Moskowitz £ ' % & TPP K4t
AR REBS HE B b MR L 1 S s E A AR, Rl
T NF-kB 38 6 400 i) B2 AEK 15 0k 4 e o e 4 ok A
K, EBEIHLRIER .
2.1.2 44 EB2

e R B2 X4 “HE R, REMRHER
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HEHBA Y, S HERPES 5 E R AL TRE
P RIS A R B . 4EAE R B2 M B Z & 3 e
7 R SR A I R P 1) RS E A LS ERIE E, ASH)
T AR A AR, AT RE A 5 =R IR
715 ¥4 (tricarboxylic acid cycle, TCA). 1fi i # B, T
i xF T TCA 5 i 05 AR B4 i Pk B B3 0, &
TRATE A AR R 527 BH 22 5 M8 G2 4 i 0 B2 LA 22 AR
KAAFENE, P & B2 X 5% N & 1 B K
AW, A% B2 544K Bo AR FEMEM, 44K
B2 SR 4k R B6 (R R BRIl % ( WL4E
£ B6 #5457 ).

2.1.3 4E4%B3

Ytk % B3 B4R % PP, MWW LSRN
NAE N A G BRI, 250 i 1
FEEEE 1L, 762 Pl A e iG s h R IE EEAEH

Y4 Z B3 X R R ERI NN T
W2 A IR PT 2 VB S FEIEERE A T 40 B 1) S M2
2014 4F, Singh 55 " 0B 7E 2 A AE B0 B
BOSINE &R m, 4R B3 S EMmMK. Kt
Tk R, 44K B3 IR DL K H Ry
F2 10— R 5 Wk T 1) 7 i e DB AT G 928 Y
dE4E R B3 I E NG ROS (5 5@ H, PRI
SR R SRR ThRE, RIUAPUELIER .

2.14 4YEEERBS

Y& BS MZRR, R=ERBRIEH P A
AR &, ANETEE#EAR, FERETEY
T, 442 BS TEMLAR P 36 PR =l i #40
W A Z 520 SR RERACH R, AT
WG, FEHEA —zryisE e Thag.

Y2 BS KT R e 3 EA LR I8 A
AU R4 S ARG . AR BS B
—E W B % ThBE. 2018 4F, Nemazannikova &5 [
RIBLE R K. MS &5 B & % M R IL4gE4E &R
B5 (3N R H K. 2015 4F, Li %5 P RiE 44 R
B5 VBN S s e MR 3 TL-6 FT TNF-o 25 4 i R 1 1)
Ay, WO BRI S R . SR T BT e 4
A E BS MR E R SHEWRENXREGREE—P
W9,

2.1.5 4E4EKB6

YR B6 RIS S . RS BRI S i = Ff
B, ARTEARNMKE R, EERETEY.
Y HE 2 B6 7T IEAR M o 32 B 3% 1 A s R e
[, JEAE ARG S 5 a0 N S AR A5 ARk OB

2017 4, Ueland %5 " I8 484 % B6 A2 2

1 S LI o — LE AR AT 2 A PR 5 IL-2 AKFH T
B, IL-4 5540 2% 40 o A+ & & 1) B Jhe 2017 4,
Qian % P iR B 4k 4= & B6 HIBZ 5 CD3 /> 15
TCR M2 FE, WEAUPEAR T 43R ), 52
M) S B T 4 B ) B8 T 40 H F B AL 2, H 0
YA R B6 X% I FE 1 52 i 30 3o 4 i 9 4 5 ) €
R A ARSI T S . 2014 4E, Theofylaktopoulou
2 BIRIE 44 &K B2 544 K B6 AR 2 R IR AR
W E A Sy, ORI EA NAD [
A, FEARRE R IR R 40 A N B N RS 2R T
WA B FEHE N X — I R v gead A FH T JAK/STAT
BB SIL, H I EAAAL] A B

2.1.6 #4EA4EB7

YeE R BT N EWR. 4E K H. Hill R,
AT A AL, 4ER BT RS 5R
PR AR L o G R A A T S A 1) PR R I 10 6 75 B
IR, AT 4E R ANEMAKMEE .

YA F BT AE H B ISR a7 R E T
—SEHIVEFT . MS & — B8 1tk 58 05 1 Bt B 5 oADK o
LRGP, 2015 4F, Sedel & PV RIETE MS £
B g, 4i4E K BT 1R8N LB EE A BRI
(acetyl CoA carboxylase, ACC) 4 BIA ¥, i
B ACC & R BE B E AT T IR Wi BR . 44 K BY
[F) Bof 3 m] DAIE BE e SR B A 1) AR, I Bl R B
PR, 3 3 K44 & BT MR AT LU ZE MS 1)
TRFE
2.1.7 44 EB9

Y4 & B9 XARMER, 7E N1k Z 5 DNA Al
RNA 4 Bl 2056 R 1 AR AN I 21 28 13 1 & i
LR 20 M A KA B B 06 TR R . R IR B
2 55 20 20 Mt P L R 0 O

2017 4F, Kunisawa %5 * 4t i# FH 2P 1E Sy 4k
A% B KIFEBUA, AT LABH W 4E A2 & B N S HI
TRRA s, (EMRA RA BVEIT PR B0E . 4E2
% B 454 Treg i 2 T (¥ 1 R 52 1 4 7T L ik
Treg 40 /0t FTAE K, Treg 40 i 04k A Bh T4
Kl ek RE RS
2.1.8 4EA4EBI2

Y& BI2 NRE IR AE R, 2 M
SN S AL B iR R, EEAGAE
TR KRG H . 4i2EFR B12 iT UMt gipe i) &
B AR, B 2 FECEE R M. 2018 4,
Pannérec 25 ' i 4k 2 &K B12 (OB = 248 i 18 1%
BRI e B R IS Th RE ZEIR, AT I A A4 () T 2
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Y2 B12 LU B R TR A B AR 2, e it
WA S R AI R s AR . E S T THT
YErE R B12 54K B WEMEH, 1ER4E4 3 B9
(4T 2 5 4k A 2 BO XML Sy i T BT

22 #HEZRC

B F C & — T AL E L), W Ak
DREMEERR, 4R CIZAAET S RRX
MK, HERR, 4R CHBT B LR
R, BRIBAREREER CHF T B,
filifeE 25 B S Ty Y. iR C R E R
H Ak, @ JRAIPUR MR (ascorbic acid, AA) FlIE L
T F WA PR LR (dehydroascorbic acid, DHAA),
Hp AA B4R C I FER .

EHR A, giA 3 C E 2@ R T U
iE, AA PR OB 4E R C iz H
(sodium-dependent vitamin C transporter, SVCT) i A
40, 1 DHAA J## & B2 44 (glucose transporter,
GLUT) #7512,

YEHE R C XF & 28 G y% A0 1) 2 A0 P R RS A
—E R . EBARE RS, 44K C I
5 NK 200 1 58 58, I HLAT DLAE 7 W 40 i A B
8 Jon A T 240 L ) A v AR AT — LR BUR PR A
FEE N rh, 4EARFR C Y5 T 40 BG5E JF 7T
e 1 Th2 240 il 7] Thl 40 B I %% 46, 4E4E = C Wl
40 TNF-oo 1 IFN-y S840 i[5 5-f2eik, gt if nl {2
Bk Thl 4RI < [FIRF, 4EAE 3R C il F# MK IL-4
(2RI SR AW Th2 4 A .

2018 4F, van Gorkom % P fRiE4EE R C1EA
5 FHJE fo s g XU %8 (ten eleven translocation, TET)
FI%E BN 7, B EE K Foxp3 Y3655 7 H 1L (12
FEGIN Foxp3 [11RIE, fedt Treg 934L 5 2017 4,
Song 2% PO HREAEE % C WiEid Thi7 £ DNA % H
FeAb B Jmjd2 FEAR IL-17 19 )3 2h 1 A 5 - 1 H 2k
OAREE, &1 Th17 M50k, 443 C g Xl b
1 P B ) R 4% TE 4E 57 Th17 A1 Treg 40 B 01 4 ke
F—EMEM .

YrrE R C MYEAE 3 E 78 % i 7 b R )
FIEHT, A2 N AABm B TS5 MG T o 5 — 8 B AL
R HATA /DB FUE4EAEZ E A C I sk
Je YA 48 FH 38 43 3% A DC 41 il ROS /KPR A% &
F#EE C A1 p38-MAPK 25 3 % 0 /K ~F T B 11 41
il NF-xB II/EH, IF HICA RO BN, Ak
S 1) DC 20 X 72 28 4 PR 1 1) s Mgk 55, 9 HL
Bl 3 o i gt ) 7 R %28 T A T P

3 SESRE

RAE 19 e R, AATTHE A L4 A g B
e WEASH, BI2FN 20 ZRGEAREI T K
HIHETT. 44 R FEM R 2 [0 & 5 AN FE T
SERINERAGE ST, X T 4EAE RS )z A
ZREME . dEAERFIRIIRATELR . EYF. ¥
XA EEEENAG. FERTUSS
BUARA [R] IX 38 ) A 35 5y, 75O U R G0 B bk i
FEREVRIT S5 0 A — G2 e fERPERT R, 4
A R FORE I R IE T A/NIER, A SCH AT
TV B G 5 S A 13 PR M ERR VA PE4E AR R
RIEMER

WURRT 75 A R EZ @ iR B RN, 7EH L
RGEHFHRICFIAH . R EFRAMYEE R FEEY
LRI S S5 PR R T . (1) 442 HiE
RGN, 51 b 5 LR G R G fd,
YR A, fAERK FAEEBL S5 THERE
Yo d% RGN B, I S g% A0 MLLE i I kA
EF. (2) 482K Bl 4E4EFK B3, 44 & BS W E
WA oA IR, A5 B A e ) AR R L
BRI 1R 23, 1T 5 W 4 R A D 7 S A 52 4 A B L
P& NVE S, TR HE T Wk E24H A0 B sk L4
HL 3G FE AN 34k, SEMAATLAAR PRI 1 G 28 2 42 0 Wb
FHL AR IR 7, X e g A 3R SR IR A A A 15 BB
2 5 T T (BSR4 it — B . (3)
K2 HHYEE R S FE 0 T bk T ) S % 1 745 D e
AT T A 38 o1k DL A R4 A R
T 23 WA IA B I 13 B 28 5 S S H . B TR
1, —UedEE RIS 5T NF-xB R MdE
B, T T kAR 280E S S IR s, A — 2
o A 20 I 2 I AR A T R 4% — b 2 T 34K Bl (0 4
RS T kA 74k, HARrpLHA A £
BE— 0 RN IRIT o (4) 484 R AE — S 4 8 5 1)
BT R B BRI VR, 4EE R BS. 4EAE R
B7 FI4EA4: 2 BO AT H SRR IIEIT, ERK
WM. 2R MRES N 2 5 0% R4
FIEAT . (5) PR B2 Rl 28 R B A E B A
FEM S AT, — RS 4E A 3R E M4 R
C MERA I FLE Rl PR 8] — 2 EH, HrpE
Z IR A — 0 kR .
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